Upon analysis, the mast/orbit locus of Drosophila was found to encode an approximately 165 kDa microtubule-binding protein that localizes to centrosomes, spindle microtubules and kinetochores (multiprotein structures which link chromosomes to spindle microtubules). Revealingly, loss-of-function mutations in mast/orbit were found to result in striking defects in spindle structure, most significantly the presence of mono-astral spindles associated with circular arrangements of mitotic chromosomes [3, 4] . Thus, it was clear that MAST/Orbit impacts the structural integrity of the spindle. But how?
The mono-astral spindle phenotype of mast/orbit mutants provided insights into MAST/Orbit function. Indeed, a similar phenotype had been observed in fly strains carrying mutations in the gene for KLP61F [14] , a bipolar kinesin motor that functions antagonistically to carboxy-terminal kinesins in a conserved 'balance-of-forces' pathway that determines pole-pole spacing of spindles [15] (Figure 1 ). When KLP61F is inhibited, bipolar spindles collapse to monoasters [16] . The implications of this similarity were exciting, if not entirely clear -was it possible that MAST/Orbit works cooperatively with KLP61F to maintain spindle bipolarity? Such a finding would be a new and important addition to our understanding of mitotic MAP function and could ultimately reveal a degree of functional inter-dependence of MAPs and motors that had not been considered. Unfortunately, given the data at hand, such an interpretation was impossible. One obvious problem is that it was not clear how the mono-astral spindles had formed in mast/orbit mutants. Had bipolar spindles collapsed? Was the initial separation of centrosomes -which form the spindle poles -defective? And so on... Because the initial analyses of mast/orbit were performed on fixed samples, there was no way to tell.
In their most recent study, Maiato et al. [5] addressed this issue in a most conclusive manner by employing time-lapse confocal microscopy to visualize mitosis in live, MAST/Orbit-deficient, Drosophila embryos. To carry out this analysis, a gfp::polo transgene, which labels centrosomes, spindles and kinetochores, was introduced into fly strains carrying the hypomorphic mast/orbit mutant allele mast5. Quite remarkably, in the gfp::polo; mast5 embryos, bipolar spindles were seen to collapse to monoasters after nuclear envelope breakdown. Indeed, qualitatively, this is very similar to the collapse phenotype observed following KLP61F inhibition [16] . While minor differences are apparent in the timing and rates of collapse, these could be explained by differing degrees of protein inactivation.
As 
